






















（受理　平成 30 年 6 月 29 日）
Final Lecture 
Overcoming Viral Hepatic Disease and New Threats from Obesity
Etsuko HASHIMOTO
Department of Internal Medicine and Gastroenterology, Tokyo Women’s Medical University
Hepatic disorder consists of acute and chronic hepatitis. Most patients with acute hepatitis are cured with-
out transitioning to chronic hepatitis. Chronic hepatitis progresses to liver cirrhosis and can even lead to hepa-
tocellular carcinoma, irrespective of the etiology. Liver cirrhosis is classified into compensated and 
decompensated cirrhosis. Patients develop no symptoms until they progress to decompensated cirrhosis, a 
reason why the liver is called the silent organ. Jaundice, ascites, portal hypertension, and encephalopathy are 
symptoms of liver failure. It is important to start treatment before progression to cirrhosis. One such chronic 
liver disease that can lead to cirrhosis is hepatitis B. Carriers of hepatitis B are diagnosed by a positive result 
on the HBs antigen assay. If nucleic acid analog treatment is started at an appropriate time, chronic hepatitis B 
does not progress. One characteristic of hepatitis B virus infection that clinicians must keep in mind is that 
immune-suppression treatment or chemotherapy causes the virus to repopulate, thereby resulting in severe 
hepatitis. Hepatitis C virus infection was once the main cause of post-transfusion hepatitis. After the discovery 
of hepatitis C virus, 99.9% of new infections after blood transfusion were eliminated. Now, over 95% of patients 
can be cured by oral drug treatment. Fatty liver disease consists of alcoholic and nonalcoholic fatty liver disease 
that results from obesity and metabolic syndrome. In Japan, obesity and metabolic syndrome have become 
major health problems, leading to dramatic increases in the prevalence of fatty liver disease. Nonalcoholic fatty 
liver disease has become the most rapidly increasing cause of cirrhosis and hepatocellular carcinoma. As a 
result, nonalcoholic fatty liver disease has become a major public healthcare concern at the national level.
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急性肝炎では 1,000 IU/L 台，慢性肝炎では 100 台，
肝硬変では 50 前後を呈することが多く，ALT は
AST に比較して肝細胞障害に対する特異度が高い．
Fig.　1　Laparoscopic findings
Normal liver  
Cirrhosis 
Table　1　Liver blood tests
• Hepatocyte necrosis AST · ALT




• Liver fibrosis Hyaluronic acid, M2BPGi







































Table　2　Testing and diagnosis of viral hepatitis
Viral Hepatitis A
IgM anti-HA Acute hepatitis A
Viral Hepatitis B
IgM-anti-HBc Acute hepatitis B
HBsAg Hepatitis B infection
HBeAg Hepatitis B virus; high production
Anti-HBe Hepatitis B virus; low production
HBV-DNA Amount of hepatitis B virus
Anti-HBc Hepatitis B virus infection
Anti-HBs Antibody for hepatitis B virus
Viral Hepatitis C
Anti-HCV Hepatitis C virus current infection or past infection
HCV-RNA Amount of hepatitis C virus
Viral Hepatitis E
IgA anti-HEV Acute hepatitis E
HEV-RNA
Fig.　3　Definition of fatty liver
NAFLD, nonalcoholic fatty liver disease; NAFL, nonal-
















































で予防できる．診断は，A 型：IgMHA 抗体，B 型：
IgMHBc 抗 体，C 型：HCV 抗 体 と HCV-RNA，E



















主因で非 A 非 B と呼ばれた．1989 年に C 型肝炎ウ
イルスが発見され，現在は新たな感染は激減してい
る．スクリーニング検査には HCV 抗体を測定する．




染例は約 150 万人程度と推定されている．C 型肝炎













Fig.　5　NAFLD consists of NAFL and NASH.
NAFLD, nonalcoholic fatty liver disease; NAFL, nonal-



















て，HBs 抗原，HBc 抗体，HBs 抗体，HBV-DNA 定
量検査を実施する．HBV-DNA が 2.1 log copies/ml
以上の症例では，免疫抑制・化学療法開始前に，核
酸アナログを投与する．治療開始前に HBV-DNA が
2.1 log copies/ml 未満の既往感染者に対しては，治
療中および治療終了後に HBV-DNA のモニタリン


















































30 g/日，女性 20 g/日以上の飲酒量でアルコール性
肝障害を発症しうるので，NAFLD の飲酒量はそれ
未満となる，の 3 項目を満たすものである．純アル
コールでほぼ 20～30 g に相当するのは，日本酒 1
合，ビール中びん 1 本，ウイスキーダブル 1 杯，ワ





NASH とは NAFLD のうち肝組織で，脂肪変性，炎
症性細胞浸潤，肝細胞傷害（風船様変性）を示すも
ので NAFLD の 10～20％を占める．NAFLD は，メ
タボリック症候群の肝病変としてとらえられてい
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ある． （2018. 3. 10，於弥生記念講堂）
　開示すべき利益相反はない．
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3） 日本肝臓学会：「C 型肝炎治療ガイドライン」，
https://www.jsh.or.jp/medical/guidelines/jsh_
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8） 日本肝臓学会：「肝がん白書，平成 27 年度」，日本
肝臓学会，東京（2015）
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